Two cases are described in which raised intracranial pressure occurred as a result of superior sagittal sinus (SSS) occlusion by an occipital skull tumour. One was a plasmacytoma, the other a metastatic deposit from a Ewing's sarcoma. The difficulties in diagnosis of this syndrome are illustrated together with the importance and success of appropriate treatment. From the literature it appears possible that these two tumours may be particularly likely to occlude the SSS and the reasons for this are discussed. fig  IA) . In retrospect this lesion had been visible, although considerably less obvious, on the first CT scan. A digital subtraction angiogram (DSA) showed in the venous phase partial occlusion of the SSS with an adjacent "tumour blush" (fig 1B) .
painful. Visual Plant, Donald, Jackowski, Vinnicombe, Kendall enhancement (fig 3) showed enhancement coinciding with the position at which the SSS normally divides to form the transverse sinuses (the torcular Herophili). These appearances are similar to normal enhancement of the dural sinuses at this point. In view of the fact that this coincides with the site of obstruction of the sinus on the DSA it was concluded that the enhancement was not of the sinus but an extradural metastatic deposit which had not caused any alteration in the appearance of the inner table of the skull.
The patient was treated with combination chemotherapy on the UKCCSG protocol with IVAD (Ifosfamide, Vincristine and Adriamycin) as well as with concomitant radiotherapy to the left femur. Because of the tumour's extreme chemosensitivity, local radiotherapy to the occipital metastasis was thought unnecessary. Over a period of three weeks his papilloedema and weakness of the lateral recti resolved and there was no recurrence of headaches. (fig 2A) indicates that the sinus is compressed at this point and the appearances must indicate enhancement of the metastasis. The site of compression has been similar in nearly all of the reported cases-the terminal portion of the SSS and the torcular Herophili. Obstruction at this site will produce raised pressure throughout the length of the SSS. Impaired absorption of CSF from the arachnoid granulations will occur and raised intracranial pressure will develop if anastomotic channels between the SSS and elements of the cerebral venous system proximal to the site of obstruction are inadequate. This syndrome will only occur when the tumour produces an extradural tissue mass beneath the inner table of the skull. This is perhaps less likely to occur with some tumours commonly giving rise to bone metastases, such as carcinoma ofthe bronchus, where expanding lytic lesions in the skull without a soft tissue mass are more usual. The failure to develop adequate drainage of the SSS through anastamotic venous channels may be influenced by individual anatomic variation and also by the rate at which venous obstruction takes place. This rate is presumably much slower when the sinus is compressed by a meningioma and removal of a portion of the SSS may be safely done if it has already been slowly occluded by tumour. 13 
